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a b s t r a c t
Long-term exposure to primary trafﬁc pollutants may be harmful for health but few studies have
investigated effects on mortality. We examined associations for six primary trafﬁc pollutants with all-
cause and cause-speciﬁc mortality in 2003e2010 at small-area level using linear and piecewise linear
Poisson regression models. In linear models most pollutants showed negative or null association with all-
cause, cardiovascular or respiratory mortality. In the piecewise models we observed positive associations
in the lowest exposure range (e.g. relative risk (RR) for all-cause mortality 1.07 (95% credible interval
(CI) ¼ 1.00e1.15) per 0.15 mg/m3 increase in exhaust related primary particulate matter 2.5 mm (PM2.5))
whereas associations in the highest exposure range were negative (corresponding RR 0.93, 95% CI: 0.91
e0.96). Overall, there was only weak evidence of positive associations with mortality. That we found the
strongest positive associations in the lowest exposure group may reﬂect residual confounding by un-
measured confounders that varies by exposure group.
© 2015 The Authors. Published by Elsevier Ltd. This is an open access article under the CC BY license
(http://creativecommons.org/licenses/by/4.0/).
1. Introduction
There is concern over the effect of trafﬁc pollution on health
(HEI, 2010; WHO, 2013). This relates both to the increased con-
centrations present near roads and to the possibility that primary
trafﬁc pollutants might be more toxic than those comprising the
regional/urban background such as total particulate mass with
aerodynamic diameter <2.5 mm (PM2.5). Investigating this question
using epidemiological methods is challenging because variations in
air pollution concentrations due to primary trafﬁc emissions occur
in addition to considerable regional/urban background pollutant
concentrations (Kunzli, 2014). Further, there is considerable po-
tential for confounding of pollution effects by socioeconomic fac-
tors when conducting small-area analyses within cities. Although
the association between PM2.5 or PM10 and mortality is well
established (Beelen et al., 2014a; Carey et al., 2013; Cesaroni et al.,
2013; Jerrett et al., 2013; Krewski et al., 2005, 2009; Maheswaran
et al., 2005), these tend to be more inﬂuenced by urban/regional
background concentrations and to date, there is less evidence
associating mortality with long-term exposure to the primary
trafﬁc pollutants such as nitrogen oxides (NOx) or particles related
speciﬁcally to vehicle emissions (Beelen et al., 2008, 2014b;
Cesaroni et al., 2013; Dimakopoulou et al., 2014; Jerrett et al.,
2013; Maheswaran et al., 2005). The majority of epidemiological
studies of air pollution and mortality have been based on com-
parisons between cities, which vary in regional/urban background
pollutants as well as in trafﬁc related pollution. In contrast, the
investigation of health effects of near-trafﬁc pollution requires
analyses at a ﬁne spatial scale within a city.
Reviews of epidemiological studies indicate that socioeconomic
deprivation may, in addition to being associated with greater
exposure, also adversely modify the effect of air pollution exposure
on health (Deguen and Zmirou-Navier, 2010; Sacks et al., 2011).
However, few long-term exposure studies have investigated
whether deprivation might modify associations for primary trafﬁc
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pollutants (Atkinson et al., 2013; Carey et al., 2013).
As part of a research programme into the health effects of trafﬁc
pollution (TRAFFIC study) (King's College London, 2014) we inves-
tigated the association between primary trafﬁc pollution and
mortality in London, a city of approximately nine million in-
habitants. We conducted a small-area ecological study of mortality
using spatially resolved estimates of exposure to six primary trafﬁc
pollutants as well as ﬁve pollutants, such as PM2.5, which tend to be
more inﬂuenced by regional/urban background concentrations.
Trafﬁc noise was treated as a potential confounder (Tetreault et al.,
2013); a substantive paper on road trafﬁc noise, mortality and
hospital admissions is published elsewhere (Halonen et al., 2015).
In this paper we address two questions: 1) is long-term exposure to
primary trafﬁc pollutants associatedwith increased risk of all-cause
or cause-speciﬁc mortality? and 2) are these associations modiﬁed
by socioeconomic deprivation?
2. Materials and methods
2.1. Study area and population
Our study area comprised all of London within the M25
motorway (~2,156 km2) (Supplemental Fig. 1), with a population of
over eight million. The spatial unit for our analysis was the census
geographical unit Lower Layer Super Output Area (LSOA, n ¼ 5482)
with a mean population of 1500 (range 1000e3000) (Ofﬁce for
National Statistics, 2014). The analysis comprised 5358 LSOAs
with complete information for the exposures, health outcomes and
area-level confounders.
2.2. Outcomes
We included mortality data for the population aged 25 years or
over. The underlying cause of death was classiﬁed using the 10th
revision of the International Classiﬁcation of Diseases (ICD10): all
natural (A00-R99); cardiovascular (I00eI99) and respiratory (J00-
J99) causes. In addition to the cause of death, these data included
the person's age, sex and postcode of residential address at regis-
tration of death. We also obtained annual mid-year population
estimates at Census Output Area (COA) level (with a mean popu-
lation of 300 (range 100e1200) by age and sex for 2003e2010.
Annual death counts and population estimates were aggregated to
LSOAs, the smallest unit with sufﬁcient deaths for the cross-
sectional analysis, by sex and 5-year age bands to calculate mor-
tality rates. The mortality and population datawere supplied by the
Ofﬁce for National Statistics (ONS), derived from the national
mortality registrations and the Census. Data are held by the UK
Small Area Health Statistics Unit (SAHSU) at Imperial College Lon-
don. Data use was covered by approval from the National Research
Ethics Service e reference 12/LO/0566 and 12/LO/0567 e and by
National Information Governance Board and Ethics and Conﬁden-
tiality Committee approval for section 251 support (NIGB e ECC
2e06(a)/2009).
2.3. Pollution concentrations
We used a dispersion model to estimate average annual con-
centrations of six primary trafﬁc pollutants; nitrogen oxides (NOx),
nitrogen dioxide (NO2), as well as exhaust (tailpipe emissions) and
non-exhaust (brake and tyre wear and re-suspension) related pri-
mary PM2.5 and PM10, for ~190,000 postcode address centroids in
London for each year between 2003 and 2010. This model provided
corresponding estimates for regional/urban background pollutants
PM2.5, PM10 (aerodynamic diameter less than 2.5 mm and 10 mm,
respectively) and ozone (O3), and from these we calculated coarse
fraction of PM10 (PM10-2.5) and oxidative gases (Ox, i.e. combined
oxidant NO2 þ O3) (Clapp and Jenkin, 2001; Williams et al., 2014).
Themodel includes regional/urban background PM2.5, PM10, and O3
from outside London, which is predominantly secondary in nature,
having longer atmospheric lifetimes and being more homoge-
nously distributed. All “background” emission sources from London
are represented as volume sources of dimension 1  1 km and
between 2 m and 50 m high. Very close to the address centroids,
then, we represent trafﬁc emissions road by road, which results in
model predictions that are highly detailed close to road sources
where concentration gradients are steepest. By using dispersion
models and detailed emissions we were able to estimate the
contribution to pollutant concentrations from London's road trafﬁc
alone. We used the KCLurban dispersion modelling system based
on Atmospheric Dispersion Modelling System (ADMS) v.4 and road
source model v.2.3, which incorporates hourly meteorological
measurements, empirically derived NOeNO2eO3 and PM re-
lationships, and information on source emissions from the London
Atmospheric Emissions Inventory (LAEI) (Greater London
Authority, 2008). The model was not adjusted in any way and
performed well when validated against measurements: a compar-
ison of observed vs. modelled concentrations provided high
spearman correlation coefﬁcients (r). The values of r for monthly
NOx and NO2 varied across a relatively small range giving an
average (and standard deviation) of 0.82 (0.049) and 0.84 (0.033),
respectively. More detailed information about the modelling pro-
cedure and model validation can be found elsewhere (Beevers and
Dajnak, 2015; Beevers et al., 2013). Whilst industrial sources in the
UK and Europe are important contributors to regional scale par-
ticulate matter concentrations and locally can contribute to short
periods of high pollutant concentrations, in London emission
sources are dominated by road trafﬁc, whose effects on human
exposure are multiplied by being released at ground level. The
combination of the small scale of industrial emissions in London,
their emissions released at height, and the use of annual mean
concentrations in this studymeans that London's industrial sources
play a minor role in human exposure. We aggregated all exposure
data to LSOAs by 1) calculating the mean of all postcode address
centroid annual averages within a LSOA, and 2) calculating the
mean across all study years within a LSOA.
2.4. Confounders
Exposure to trafﬁc-related air pollution (Goodman et al., 2011)
and risk of mortality (Halonen et al., 2013; Meijer et al., 2012) have
been shown to vary by area-level socioeconomic deprivation. We
therefore used the Carstairs deprivation index (a composite mea-
sure based on unemployment, overcrowding, car ownership and
low social class) (Morgan and Baker, 2006) standardized to the
study area as a marker of LSOA-level deprivationwith higher values
indicating more deprived areas. We adjusted for ethnic differences
between LSOAs using the percentage of black ethnicity and South
Asian ethnicity. The Carstairs and ethnicity data were derived from
the UK Census 2011 provided by the Ofﬁce for National Statistics.
Because no individual- or area-level smoking data were avail-
able, we used annual smoothed age and sex standardised relative
risk of lung cancermortality (ICD-10: C33eC34) at the LSOA level as
a proxy for smoking as in a previous study in London (Hansell et al.,
2013). Because of variations in population structure and higher
pollution levels in the London city centre we constructed a dummy
variable for inner (n ¼ 13) and outer n ¼ (20) London boroughs
(London Councils, 2014) for inclusion in sensitivity analyses.
To control for possible confounding by road trafﬁc noise
(Tetreault et al., 2013) we included daytime A-weighted equivalent
continuous sound pressure level (LAeq16, road) in all models. We
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modelled annual road trafﬁc noise levels for years 2003e2010 for
each of the ~190,000 postcode locations in London placed 1 m from
the facade of the nearest residential dwelling, with 0.1 dB(A) noise
level resolution using the TRAfﬁc Noise EXposure (TRANEX) model
in open-source GIS (Gulliver et al., 2015). This model uses infor-
mation on road trafﬁc ﬂows and speeds attributed to road geog-
raphy, land cover, road geography, and building heights. We
aggregated annual postcode level noise estimates to LSOAs by using
the mean across all annual postcode centroid averages within a
LSOA, and averaged these over 2003e2010.
2.5. Statistical analyses
Geographical data have a degree of spatial dependency, as
adjacent areas tend to be more similar to each other than areas
further apart. In order to model this, we used ecological Poisson
regression speciﬁed in a Bayesian framework implemented
through the Integrated Nested Laplace Approximation (INLA) (Rue
et al., 2009) approach. We calculated the age and sex standardised
expected numbers of deaths for each LSOA using mortality rates for
the study area and period and included these as offsets in the
models. Following the BesageYorkeMollie (BYM) speciﬁcation we
modelled the spatial dependence (spatially structured residual)
through an intrinsic conditional autoregressive structure assuming
that areas which share boundaries are correlated, and non-spatial
heterogeneity (unstructured residual), which is due to the unob-
served non-spatial variables, through a random effect (Blangiardo
et al., 2013). Default prior distributions were speciﬁed on the
variance parameters for the spatially structured and unstructured
residuals.
We used linear and piecewise linear Poisson regression models
to determine associations for each pollutant with all-cause and
cause-speciﬁc mortality. We ﬁtted a cubic spline to a scatter plot on
primary trafﬁc pollutant concentrations and standardized mortal-
ity ratios for all-cause mortality to examine the linearity of these
relationships. While linear models are commonly used in small-
area studies, the piecewise model relaxes the assumption of line-
arity of any association across the whole range of exposures. These
models use deﬁned exposure categories and assume a (potentially
different) linear effect within each of these categories which pro-
vides clearer interpretation of the results when compared to
models using cubic splines, for example. We chose exposure cut
points for each pollutant that resulted in four categories charac-
terised by approximately equal exposure range in each category
(e.g. ~15 mg/m3 for each NOx and ~0.3 mg/m3 for each exhaust
related primary PM2.5 category). For a sub-set of pollutants we also
ran models where exposure categories were based on quartiles
ensuring the same number of LSOAs in each category, but allowing
for differences in exposure ranges across categories. All models
were adjusted for the following area level confounders: quintiles of
socioeconomic deprivation; tertiles of both black and South Asian
ethnicities; proxy for continuous smoking and daytime road trafﬁc
noise.
To examine effect modiﬁcation by deprivation, we added an
interaction term “continuous exposure  deprivation” to the
regression models. Due to high correlations between the exposures
(Supplemental Table 1), and to limit the number of analyses, in-
teractions were tested for all-cause mortality in a sub-set of three
primary trafﬁc pollutants: NOx (commonly used indicator of local
trafﬁc-related pollution), exhaust related primary PM2.5 (most
tailpipe emission particles are likely to be in the PM2.5 size fraction)
and non-exhaust related primary PM10 (most particles from brake
and tyre wear are likely to be in the PM10 size fraction).
We performed several sensitivity analyses for the above-
mentioned sub-set of primary trafﬁc pollutants in association
with all-cause mortality. First, we used the Index of Multiple
Deprivation (IMD) instead of the Carstairs index to control for area-
level deprivation. IMD was not our primary measure of deprivation
because it was not standardised for the study area and includes
information on outdoor pollution levels in the “living environment”
domain. Second, we adjusted models for the “inner-outer London”
dummy. Third, we used different prior distributions in the models.
Fourth, we used annual medians and 95th percentiles (instead of
means) of air pollution concentrations at postcode centroids to
calculate LSOA level concentrations across years.
All analyses were run in R 3.1.0 (R Core Team, 2014) using the
package R-INLA (www.r-inla.org) (Martino and Rue, 2010). For
comparability, all results are presented as relative risks (RR) with
95% credible intervals (CI) per “half a range increase” that is based
on each pollutant's exposure categories used for the piecewise
models (e.g. per 7.5 mg/m3 for NOx and per 0.15 mg/m3 for exhaust
related primary PM2.5).
3. Results
From 2003 to 2010 there were a total of 442,560 deaths from
natural causes among adults 25 years old in London with a mean
of 83 (SD ¼ 48) per LSOA. Of these deaths, 151,585 were for car-
diovascular diseases (per LSOA mean ¼ 28, SD ¼ 18), and 63,141 for
respiratory diseases (per LSOA mean ¼ 12, SD ¼ 9). Mortality rates,
particularly for cardiovascular and respiratory causes, were lower
in inner than outer London (Supplemental Fig. 1). Within the 13
inner London boroughs 35% of LSOAs belonged to the lowest car-
diovascular mortality category (standardised mortality ratio <0.8)
versus 25% within the outer London boroughs.
Descriptive statistics of the air pollution concentrations are
presented in Table 1. The greatest variation was in the primary
trafﬁc pollutants (coefﬁcient of variation ranging between 0.16 and
0.38) as would be expected whereas those pollutants dominated by
regional/urban background concentration displayed less variation
between LSOAs (coefﬁcient of variation 0.03e0.10). NOx concen-
trations generally increased with decreasing distance to Central
London (Supplemental Fig. 2). Correlations between pollutant
concentrations were high; for example, for NOx in relation to PM
metrics Pearson's r ranged from 0.96 to 0.98, and for O3 from
r ¼ 0.92 to0.96 (Supplemental Table 1). For daytime road trafﬁc
noise the highest correlations were with non-exhaust related pri-
mary PM2.5 and PM10 (for both r ¼ 0.62). Correlations between
primary trafﬁc pollutants and deprivation varied according to
exposure levels. For example, correlations between exhaust related
primary PM2.5 and continuous deprivation were 0.16, 0.24, 0.12
and 0.17 according to increasing exposure category.
When using the linear models, associations between primary
trafﬁc pollutants and mortality outcomes were negative or close to
unity (Table 2). For example, exhaust related primary particulates
were negatively associated with all-cause, cardiovascular and res-
piratory mortality (RR for all-cause mortality 0.96, 95% CI:
0.94e0.97 for 0.15 mg/m3 increase in exhaust related primary
PM2.5). Ozonewas positively associated with all outcomes (Table 2).
Fitting a cubic spline to a scatter plot of exhaust related primary
PM2.5 concentrations and standardized mortality ratios for all-
causes indicated non-linear relationship (Supplemental Fig. 3).
Adjusting the piecewise linear models for the area-level con-
founders changed the effect estimates most in the lower exposure
categories (partially adjusted results for all-cause mortality are
shown in Supplemental Table 2). The confounder adjusted results
for trafﬁc pollutants based on the piecewise linear models are
shown in Table 3. The effect estimates for all-cause mortality varied
with exposure category being positive in the lowest and negative in
the higher exposure categories. Across the trafﬁc related primary
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particulates, the strongest association with all-cause mortality was
seen in the lowest category of exhaust related primary PM2.5
(RR ¼ 1.04, 95% CI: 0.99e1.10 per 0.15 mg/m3 increase), but in the
highest category the corresponding RR was 0.98 (95% CI:
0.96e1.00). Similar piecewise linear associations across the expo-
sure ranges were observed for cardiovascular mortality with
slightly larger effect estimates (Table 3). With all respiratory mor-
tality the effect estimates were mainly below unity in all exposure
categories (Table 3). When we used quartiles of LSOAs for the
exposure categorisation the patterns were similar to those using
the chosen cut points (Supplemental Table 3).
Associations between regional/urban background pollutants
and all-cause mortality remained weak in piecewise models
(Supplemental Table 4). Moreover, PM2.5, PM10 and PM10-2.5 were
also associated with increased risk of cardiovascular mortality in
the lowest exposure category while the associations were negative
in the highest exposure category. The positive association between
O3 and mortality remained with the slopes ﬂattening in the higher
exposure groups (Supplemental Table 4).
Fig. 1 shows effect modiﬁcation by area-level deprivation in the
associations for NOx and exhaust-related particulates with all-
cause mortality when using linear models with the interaction
term. There was a negative association between exhaust related
primary PM2.5 and all-cause mortality in the lowest quintile of
deprivation, and slightly increasing effects estimates with
increasing deprivation. The trend was similar for NOx and non-
exhaust related primary PM10. Relative risks for all-cause mortal-
ity in association with 0.15 mg/m3 increase in exhaust related pri-
mary PM2.5 were 0.97 (95% CI: 0.95e0.99) in the lowest, and 0.99
(95% CI: 0.98e1.01) in the highest deprivation group.
Results from the sensitivity analyses using IMD as a measure for
area-level deprivation, adjustment for inner-outer London bor-
ough, models with different priors, or using median or 95th
percentile air pollution concentrations did not materially alter the
patterns of results (Supplemental Table 5).
4. Discussion
Overall, there was only weak evidence of positive associations
between primary trafﬁc pollutants and mortality. Our results sug-
gest that the area-level relationship for several pollutants and
mortality is non-linear across the exposure range, with generally
positive associations at the lowest and negative associations at the
highest exposure levels. Piecewise linear models can identify such
non-linear relationships and are more easily interpretable than
more ﬂexible and complex models like cubic splines. Due to the
Table 1
Distribution of average air pollutant concentrations across Lower Layer Super Output Areas (LSOA) in London (2003e2010).
Pollutant (mg/m3) Mean SD Min P25 Median P75 Max IQR
Primary trafﬁc
NOx 65.9 15.5 35.4 54.7 64.2 75.4 132.6 20.7
NO2 38.9 6.21 25.8 34.3 38.4 42.9 64.2 8.6
Exhaust related primary PM2.5 0.71 0.26 0.28 0.52 0.66 0.84 2.19 0.32
Non-exhaust related primary PM2.5 0.73 0.22 0.28 0.57 0.71 0.87 1.71 0.30
Exhaust related primary PM10 0.80 0.30 0.31 0.59 0.74 0.95 2.45 0.36
Non-exhaust related primary PM10 2.46 0.73 0.99 1.90 2.39 2.92 5.71 1.02
Regional/urban background
PM2.5 15.3 0.83 13.7 14.7 15.1 15.8 19.2 1.1
PM10 24.0 1.42 21.3 22.9 23.8 24.9 29.8 2.0
PM10-2.5 8.73 0.60 7.54 8.27 8.67 9.11 11.4 0.84
O3 38.8 3.72 27.5 36.2 38.8 41.5 48.1 5.3
Ox (NO2 þ O3) 77.7 2.60 73.4 75.8 77.2 79.1 92.0 3.3
Covariates
LAeq16 (dB) 58.7 2.36 54.8 56.9 58.4 60.1 70.0 3.2
Deprivation score 0.00 3.37 6.46 2.80 0.39 2.39 11.3 5.2
Black ethnicity (%) 11.8 10.9 0.00 3.40 8.13 17.2 63.7 13.8
South Asian ethnicity (%) 10.7 12.9 0.07 3.03 5.54 12.2 74.7 9.2
Proxy for smoking ratea 1.02 0.28 0.00 0.81 0.98 1.19 2.38 e
a Smoothed standardised relative risk of lung cancer mortality.
Table 2
Adjusteda relative risks for mortality (95% credible intervals) in association with air pollutants using linear models.
Pollutant Per (mg/m3) All-cause (n ¼ 442,560) All cardiovascular
(n ¼ 151,585)
All respiratory
(n ¼ 63,141)
RR (95% CI) RR (95% CI) RR (95% CI)
Primary trafﬁc
NOx 7.5 0.99 0.98e1.00 0.98 0.96e0.99 0.95 0.93e0.97
NO2 4.0 0.99 0.97e1.00 0.97 0.94e0.99 0.93 0.90e0.96
Exhaust related primary PM2.5 0.15 0.98 0.97e1.00 0.96 0.94e0.97 0.92 0.90e0.94
Non-exhaust related primary PM2.5 0.10 0.99 0.98e1.00 0.99 0.98e1.01 0.96 0.95e0.98
Exhaust related primary PM10 0.15 0.99 0.9e1.00 0.96 0.95e0.98 0.93 0.91e0.95
Non-exhaust related primary PM10 0.50 0.99 0.97e1.00 0.98 0.96e1.00 0.94 0.92e0.97
Regional/urban background
PM2.5 0.60 0.98 0.96e1.00 0.95 0.92e0.97 0.90 0.87e0.94
PM10 1.0 0.98 0.96e1.00 0.96 0.94e0.99 0.91 0.88e0.95
PM10-2.5 0.35 0.99 0.97e1.00 0.98 0.96e1.00 0.95 0.92e0.97
O3 2.5 1.02 1.00e1.04 1.03 1.00e1.05 1.07 1.04e1.11
Ox (NO2 þ O3) 1.5 0.99 0.98e1.01 0.97 0.95e0.99 0.94 0.92e0.96
a All models adjusted for age, sex, area-level socioeconomic deprivation, ethnicity, smoking and daytime road trafﬁc noise.
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area level study design, however, we cannot omit the possibility
that unmeasured confounding, that may vary by exposure groups,
has affected the ﬁndings.
Effects of long-term exposure to air pollutants have been stud-
ied in several different settings although few studies have focused
on primary trafﬁc pollutants. One ecological study from the UK has
reported a positive association between long-term exposure to NOx
and coronary heart disease mortality at the census enumeration
district level (with an average of 450 residents) (Maheswaran et al.,
2005). In cohort studies based in Rome and California positive as-
sociations were reported for NO2 with non-accidental and cardio-
vascular mortality (Cesaroni et al., 2013; Jerrett et al., 2013). In a
Dutch cohort, on the other hand, no associations were observed
between NO2 and all-cause, cardiovascular or respiratory mortality
after adjusting for individual-level confounders (Beelen et al.,
2008). The results of the European ESCAPE project were similar
to those of the present study in that there were no linear associa-
tions for NOx or NO2 with all-cause and cardiovascular mortality
(Beelen et al., 2014a, 2014b). Moreover, the ESCAPE reported a
negative association between PM2.5 absorbance (i.e. particulate
marker for trafﬁc emissions) and respiratory mortality
(Dimakopoulou et al., 2014) that is in line with the linear model
results of this study. Our piecewise models, however, revealed that
these associations may be non-linear across the exposure range.
Concentration response functions that are steeper at low concen-
trations and ﬂatten out at higher concentrations are not infre-
quently reported. This pattern has been shown in cohort studies,
for example, for ambient PM2.5 and NO2 concentrations in associ-
ation with cardiovascular mortality (Cesaroni et al., 2013; Crouse
et al., 2012). As we are not aware of prior small-area studies us-
ing piecewise linear models our ﬁndings cannot be directly
compared with other studies or study areas and should be
conﬁrmed in further studies.
We observed no linear association between total PM2.5 or PM10
and mortality which agrees with ﬁndings from a Dutch cohort
study (Beelen et al., 2008) and the ESCAPE results for cardiovascular
and respiratory mortality (Beelen et al., 2014b; Dimakopoulou
et al., 2014). Most prior individual-level studies, including the
ESCAPE analyses for all-cause mortality (Beelen et al., 2014a) and
the nationwide analyses using the American Cancer Society (ACS)
cohorts (Krewski et al., 2005, 2009), have reported positive asso-
ciations between PM2.5 and mortality. However, in the city-speciﬁc
analyses of the ACS Cancer Prevention Study II for Los Angeles and
New York City, marked differences by region were observed
(Krewski et al., 2009). In the Los Angeles region spatial variability in
PM2.5 concentrations was high, and the associations between PM2.5
Table 3
Adjusteda relative risks for mortality (95% credible intervals) in association with half a range increase in trafﬁc pollutants using piecewise linear models.
Pollutant (per mg/m3) n LSOAs Mean n of deaths All-cause
(n ¼ 442,560)
Mean n of deaths All cardiovascular
(n ¼ 151,585)
Mean n of deaths All respiratory
(n ¼ 63,141)
RR (95% CI) RR (95% CI) RR (95% CI)
NOx (7.5)
<50.0 802 105 1.02 0.98e1.07 36 1.04 0.99e1.10 16 1.00 0.93e1.01
50.0e64.9 2004 89 1.00 0.97e1.02 32 1.01 0.98e1.04 13 0.98 0.94e1.00
65.0e79.9 1606 73 0.98 0.96e1.00 25 0.98 0.96e1.01 10 0.96 0.92e1.00
80.0 946 66 0.99 0.98e1.01 19 0.95 0.93e0.97 7 0.91 0.88e0.99
NO2 (4.0)
<33.0 969 105 1.03 0.98e1.08 36 1.06 0.99e1.13 16 1.00 0.92e1.02
33.0e40.9 2565 85 0.99 0.96e1.02 31 1.00 0.96e1.04 13 0.99 0.93e1.01
41.0e47.9 1508 68 0.98 0.95e1.00 22 0.96 0.93e1.00 9 0.89 0.85e0.99
48.0 316 64 0.98 0.95e1.02 17 0.89 0.84e0.93 6 0.83 0.77e0.97
Exhaust related primary PM2.5 (0.15)
<0.50 1132 101 1.04 0.99e1.10 35 1.07 1.00e1.15 15 0.97 0.89e1.89
0.50e0.79 2614 84 0.98 0.96e1.01 30 0.98 0.95e1.01 13 0.97 0.93e1.11
0.80e1.09 1204 68 0.99 0.96e1.01 22 0.96 0.93e1.00 9 0.92 0.88e0.81
1.1 403 63 0.98 0.96e1.00 17 0.93 0.91e0.96 6 0.89 0.86e0.74
Non- exhaust related primary PM2.5 (0.10)
<0.55 1218 100 1.02 0.99e1.05 35 1.04 1.00e1.07 15 0.99 0.94e1.64
0.55e0.74 1791 86 1.00 0.98e1.02 31 1.01 0.99e1.04 13 1.00 0.96e1.56
0.75e0.94 1529 74 0.98 0.96e1.00 25 0.98 0.96e1.01 10 0.96 0.93e1.00
0.95 820 65 0.99 0.98e1.01 19 0.97 0.95e1.00 7 0.93 0.90e0.78
Exhaust related primary PM10 (0.15)
<0.60 1480 99 1.02 0.98e1.07 35 1.05 1.00e1.11 15 0.98 0.91e1.45
0.60e0.89 2283 83 0.98 0.96e1.00 30 0.98 0.95e1.01 12 0.97 0.93e1.11
0.90e1.19 1123 67 0.99 0.96e1.01 22 0.97 0.94e1.00 9 0.92 0.88e0.83
1.2 472 65 0.97 0.97e1.00 17 0.94 0.92e0.96 7 0.90 0.88e0.75
Non-exhaust related primary PM10 (0.50)
<2.0 1593 98 1.02 0.99e1.06 34 1.06 1.01e1.11 15 0.98 0.93e1.11
2.0e2.9 2571 80 0.98 0.98e1.01 28 0.99 0.96e1.02 12 0.97 0.93e1.03
3.0e3.9 1030 69 0.99 0.99e1.02 21 0.98 0.95e1.02 8 0.87 0.88e0.96
4 164 54 0.97 0.92e1.02 14 0.91 0.85e0.97 5 0.83 0.74e0.88
a All models adjusted for age, sex, area-level socioeconomic deprivation, ethnicity, smoking and daytime road trafﬁc noise.
Fig. 1. Adjusteda relative risks for all-cause mortality in association with half a range
increase in nitrogen oxides (NOx), exhaust related primary PM2.5 and non-exhaust
related primary PM10 by quintiles of area-level socioeconomic deprivation. (aModels
adjusted for age, sex, area level ethnicity, smoking, and daytime road trafﬁc noise.)
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and all-cause mortality were strong whereas, similar to our study,
small spatial variation in PM2.5 and no association for all-cause
mortality was observed in the New York City region. The incon-
sistent ﬁndings underline the importance of large within-city
studies instead of those comparing effects between cities.
We also observed that the association between primary trafﬁc
pollutants and mortality was the lowest in the least deprived
quintile. In London, relatively high exposures to trafﬁc pollutants
are present in the least deprived quintile. The ﬁnding of different
associations in this group using a linear model is consistent with
the results from the piecewise linear model showing negative as-
sociations in themost exposed category. Other studies investigating
effect modiﬁcation by deprivation have shown mixed ﬁndings,
likely due to differences in study designs (cohort, ecological, be-
tween or within-city), populations (e.g. age and sex distributions),
exposure assessment methods (monitoring site measurements,
modelled), geographical units as well as epidemiological model
forms (linear, non-linear). Carey et al. reported stronger positive
associations between NO2 and mortality in UK areas with high (vs.
low) income deprivation (Carey et al., 2013). However, in another
cohort from the UK converse effect modiﬁcation was reported
(Atkinson et al., 2013), and no effect modiﬁcation by deprivation
was observed in Scottish cohorts (Yap et al., 2012). We observed a
negative association of air pollution in the lowest deprivation group
which has been observed in a study of daily mortality in Rome
(Forastiere et al., 2007). In that study, the authors speculated that
this was due to a differential burden of chronic diseases leading to
greater susceptibility among the residents of disadvantaged areas.
Data on prevalent disease were not available for our study popu-
lation; however, greater mortality and admission rates in deprived
vs. afﬂuent areas, particularly among women, in England have been
reported (Pujades-Rodriguez et al., 2014).
Several limitations should be considered while interpreting
these results. Firstly, the ecological study design provides associa-
tions at the small-area level, which may not reﬂect the individual-
level association (Morgenstern, 1995). We adjusted for several
important potential confounders; however, other area level char-
acteristics that predict area level death rates and are associated
with air pollution exposure are likely to exist. The conditional
autoregressive model captures some unmeasured spatial con-
founders; however, some residual confounding is likely still
apparent in our results. Furthermore, the Carstairs index might not
fully characterise deprivation in London mainly because car
ownership in inner London does not mean the same in terms of
deprivation compared to sub-urban areas. However, analyses using
the IMD resulted in similar ﬁndings. The different correlations
observed between trafﬁc pollutants and deprivation by exposure
categories (positive in the lowest and negative in the highest
exposure) also suggest differential confounding patterns between
deprived and afﬂuent areas, which may explain, in part, the lower
relative risks at higher exposures. Similarly, confounder adjustment
had a larger impact on the relative risks in the lower exposure
compared to higher exposure categories. If confounders like
deprivation were measured with more error in higher exposure
categories (low deprivation), adjustment would be less effective
resulting in more residual confounding at higher exposures.
Another limitation is that due to low numbers of deaths in
smaller geographical areas we averaged air pollution concentra-
tions from postcode to LSOA level, and due to lack of time variant
confounder data air pollution concentrations were averaged again
annually over the study period which will have reduced the
exposure contrast between LSOAs. Averaging over LSOAs of
different geographical size may also have led to larger exposure
misclassiﬁcation in the large vs. small LSOAs. Some exposure
misclassiﬁcation is likely to have occurred because we were not
able to take into account residential history or personal time-
activities. Indeed, some associations may have been masked
because some residents of the inner London boroughs, particularly
those of City of London, Westminster, and Kensington and Chelsea
have other dwellings outside London (Ofﬁce for National Statistics,
2012) where the level of exposure is likely to be lower. As these
boroughs also have low area-level deprivation (Ofﬁce for National
Statistics, 2013), exposure misclassiﬁcation due to secondary
housing may partly explain the negative associations observed in
the low deprivation groups.
This study has a number of strengths including the large general
population sample, inclusion of all mortality events in the study
region, and a wide range of primary trafﬁc and regional/back-
ground air pollutants over the long term, providing sufﬁcient sta-
tistical power to detect modest associations. The recently
completed ESCAPE project had 29,076 deaths from all causes, 9994
from cardiovascular disease and 1559 from respiratory diseases.
These deaths occurred in 16e22 different populations, with likely
variation in coding of death across populations. In contrast, this
analysis included 442,560 deaths in a single population. We also
used a range of exposuremeasures targeting speciﬁc primary trafﬁc
exposures that have rarely been used in prior studies, and we
adjusted for possible confounding by road trafﬁc noise. In addition,
to our knowledge, this was the ﬁrst small-area study to use a
piecewise linear model that relaxes the assumption of linearity
over the whole exposure range.
In conclusion, there was only weak overall evidence of positive
associations with primary trafﬁc pollutants and mortality. The
piecewise linear approach suggested non-linear relationships for
most trafﬁc pollutants with all-cause and cardiovascular mortality
with weak positive associations at relatively low exposures and
weak negative associations at the higher exposures in London. For
respiratory mortality associations were close to unity or negative.
The observed associations may be reﬂect, at least in part, residual
confounding by deprivation and other unmeasured factors that
may vary by exposure group.
Conﬂicts of interest
The authors declare no conﬂicts of interest.
Funding
This work was supported by the UK Natural Environment
Research Council, Medical Research Council, Economic and Social
Research Council, Department of Environment, Food and Rural
Affairs, and Department of Health [NE/I007806/1; NE/I00789X/1;
NE/I008039/1] through the Environmental Exposures & Health
Initiative. The work of the UK Small Area Health Statistics Unit is
funded by Public Health England as part of the MRC-PHE Centre for
Environment and Health, funded also by the UK Medical Research
Council. The funders had no role in study design; in the collection,
analysis and interpretation of data; in the writing of the report; and
in the decision to submit the article for publication.
Contributors
JIH contributed to the study design, statistical script, data ana-
lyses, and drafted the report. MB contributed to the study design,
statistical script and drafting the report. DF, JG, RG, SDB, DD and FJK
contributed to exposure assessment and data management. MBT,
JG, HRA, SDB, FJK, PW and CT contributed to the funding. HRA and
CT contributed to the study design and drafting the manuscript. All
authors contributed to critical reading of, and commented on the
report and approved the ﬁnal draft.
J.I. Halonen et al. / Environmental Pollution 208 (2016) 25e3230
Submission declaration
The authors declare that the work described has not been
published previously, that it is not under consideration for publi-
cation elsewhere, that its publication is approved by all authors and
tacitly or explicitly by the responsible authorities where the work
was carried out, and that, it will not be published elsewhere,
including electronically, in the same form, in English or in any other
language, without the written consent of the copyright-holder.
Acknowledgements
We thank Peter Hambly for technical support, and the TRAFFIC
study group for their insightful comments and discussions.
Appendix A. Supplementary data
Supplementary data related to this article can be found at http://
dx.doi.org/10.1016/j.envpol.2015.06.036.
References
Atkinson, R.W., Carey, I.M., Kent, A.J., van Staa, T.P., Anderson, H.R., Cook, D.G., 2013.
Long-term exposure to outdoor air pollution and incidence of cardiovascular
diseases. Epidemiology 24, 44e53.
Beelen, R., Hoek, G., van den Brandt, P.A., Goldbohm, R.A., Fischer, P., Schouten, L.J.,
Jerrett, M., Hughes, E., Armstrong, B., Brunekreef, B., 2008. Long-term effects of
trafﬁc-related air pollution on mortality in a Dutch cohort (NLCS-AIR study).
Environ. Health Perspect. 116, 196e202. http://dx.doi.org/10.1289/ehp.10767.
Beelen, R., Raaschou-Nielsen, O., Stafoggia, M., Andersen, Z.J., Weinmayr, G.,
Hoffmann, B., Wolf, K., Samoli, E., Fischer, P., Nieuwenhuijsen, M., Vineis, P.,
Xun, W.W., Katsouyanni, K., Dimakopoulou, K., Oudin, A., Forsberg, B., Modig, L.,
Havulinna, A.S., Lanki, T., Turunen, A., Oftedal, B., Nystad, W., Nafstad, P., De
Faire, U., Pedersen, N.L., Ostenson, C.G., Fratiglioni, L., Penell, J., Korek, M.,
Pershagen, G., Eriksen, K.T., Overvad, K., Ellermann, T., Eeftens, M., Peeters, P.H.,
Meliefste, K., Wang, M., Bueno-de-Mesquita, B., Sugiri, D., Kramer, U.,
Heinrich, J., de Hoogh, K., Key, T., Peters, A., Hampel, R., Concin, H., Nagel, G.,
Ineichen, A., Schaffner, E., Probst-Hensch, N., Kunzli, N., Schindler, C.,
Schikowski, T., Adam, M., Phuleria, H., Vilier, A., Clavel-Chapelon, F., Declercq, C.,
Grioni, S., Krogh, V., Tsai, M.Y., Ricceri, F., Sacerdote, C., Galassi, C., Migliore, E.,
Ranzi, A., Cesaroni, G., Badaloni, C., Forastiere, F., Tamayo, I., Amiano, P.,
Dorronsoro, M., Katsoulis, M., Trichopoulou, A., Brunekreef, B., Hoek, G., 2014a.
Effects of long-term exposure to air pollution on natural-cause mortality: an
analysis of 22 European cohorts within the multicentre ESCAPE project. Lancet
383, 785e795.
Beelen, R., Stafoggia, M., Raaschou-Nielsen, O., Andersen, Z.J., Xun, W.W.,
Katsouyanni, K., Dimakopoulou, K., Brunekreef, B., Weinmayr, G., Hoffmann, B.,
Wolf, K., Samoli, E., Houthuijs, D., Nieuwenhuijsen, M., Oudin, A., Forsberg, B.,
Olsson, D., Salomaa, V., Lanki, T., Yli-Tuomi, T., Oftedal, B., Aamodt, G.,
Nafstad, P., De Faire, U., Pedersen, N.L., Ostenson, C.G., Fratiglioni, L., Penell, J.,
Korek, M., Pyko, A., Eriksen, K.T., Tjonneland, A., Becker, T., Eeftens, M., Bots, M.,
Meliefste, K., Wang, M., Bueno-de-Mesquita, B., Sugiri, D., Kramer, U.,
Heinrich, J., de Hoogh, K., Key, T., Peters, A., Cyrys, J., Concin, H., Nagel, G.,
Ineichen, A., Schaffner, E., Probst-Hensch, N., Dratva, J., Ducret-Stich, R.,
Vilier, A., Clavel-Chapelon, F., Stempfelet, M., Grioni, S., Krogh, V., Tsai, M.Y.,
Marcon, A., Ricceri, F., Sacerdote, C., Galassi, C., Migliore, E., Ranzi, A.,
Cesaroni, G., Badaloni, C., Forastiere, F., Tamayo, I., Amiano, P., Dorronsoro, M.,
Katsoulis, M., Trichopoulou, A., Vineis, P., Hoek, G., 2014b. Long-term exposure
to air pollution and cardiovascular mortality: an analysis of 22 European co-
horts. Epidemiology 25, 368e378.
Beevers, S., Dajnak, D., 2015. Trafﬁc Project Supplementary Files. Air Pollution
Model. KCLurban Model Description, Evaluation and Outputs (London).
Beevers, S.D., Kitwiroon, N., Williams, M.L., Kelly, F.J., Ross Anderson, H.,
Carslaw, D.C., 2013. Air pollution dispersion models for human exposure pre-
dictions in London. J. Expo. Sci. Environ. Epidemiol. 23, 647e653.
Blangiardo, M., Cameletti, M., Baio, G., Rue, H., 2013. Spatial and spatio-temporal
models with R-INLA. Spatial Spatio-temporal Epidemiol. 39e55.
Carey, I.M., Atkinson, R.W., Kent, A.J., van Staa, T., Cook, D.G., Anderson, H.R., 2013.
Mortality associations with long-term exposure to outdoor air pollution in a
National English Cohort. Am. J. Respir. Crit. Care Med. 187, 1226e1233.
Cesaroni, G., Badaloni, C., Gariazzo, C., Stafoggia, M., Sozzi, R., Davoli, M.,
Forastiere, F., 2013. Long-term exposure to urban air pollution and mortality in
a cohort of more than a million adults in Rome. Environ. Health Perspect. 121,
324e331.
Clapp, L.J., Jenkin, M.E., 2001. Analysis of the relationship between ambient levels of
O3, NO2 and NO as a function of NOx in the UK. Atmos. Environ. 35, 6391e6405.
Crouse, D.L., Peters, P.A., van Donkelaar, A., Goldberg, M.S., Villeneuve, P.J., Brion, O.,
Khan, S., Atari, D.O., Jerrett, M., Pope, C.A., Brauer, M., Brook, J.R., Martin, R.V.,
Stieb, D., Burnett, R.T., 2012. Risk of non accidental and cardiovascular mortality
in relation to long-term exposure to low concentrations of ﬁne particulate
matter: a Canadian national-level cohort study. Environ. Health Perspect. 120,
708e714.
Deguen, S., Zmirou-Navier, D., 2010. Social inequalities resulting from health risks
related to ambient air qualityeA European review. Eur. J. Public Health 20,
27e35.
Dimakopoulou, K., Samoli, E., Beelen, R., Stafoggia, M., Andersen, Z.J., Hoffmann, B.,
Fischer, P., Nieuwenhuijsen, M., Vineis, P., Xun, W., Hoek, G., Raaschou-
Nielsen, O., Oudin, A., Forsberg, B., Modig, L., Jousilahti, P., Lanki, T., Turunen, A.,
Oftedal, B., Nafstad, P., Schwarze, P.E., Penell, J., Fratiglioni, L., Andersson, N.,
Pedersen, N., Korek, M., De Faire, U., Eriksen, K.T., Tjonneland, A., Becker, T.,
Wang, M., Bueno-de-Mesquita, B., Tsai, M.Y., Eeftens, M., Peeters, P.H.,
Meliefste, K., Marcon, A., Kramer, U., Kuhlbusch, T.A., Vossoughi, M., Key, T., de
Hoogh, K., Hampel, R., Peters, A., Heinrich, J., Weinmayr, G., Concin, H., Nagel, G.,
Ineichen, A., Jacquemin, B., Stempfelet, M., Vilier, A., Ricceri, F., Sacerdote, C.,
Pedeli, X., Katsoulis, M., Trichopoulou, A., Brunekreef, B., Katsouyanni, K., 2014.
Air pollution and nonmalignant respiratory mortality in 16 cohorts within the
ESCAPE project. Am. J. Respir. Crit. Care Med. 189, 684e696.
Forastiere, F., Stafoggia, M., Tasco, C., Picciotto, S., Agabiti, N., Cesaroni, G.,
Perucci, C.A., 2007. Socioeconomic status, particulate air pollution, and daily
mortality: differential exposure or differential susceptibility. Am. J. Ind. Med. 50,
208e216.
Goodman, A., Wilkinson, P., Stafford, M., Tonne, C., 2011. Characterising socio-
economic inequalities in exposure to air pollution: a comparison of socio-
economic markers and scales of measurement. Health Place 17, 767e774.
Greater London Authority, 2008. London Atmospheric Emissions Inventory 2008
(London).
Gulliver, J., Morley, D., Vienneau, D., Fabbri, F., Bell, M., Goodman, P., Beevers, S.,
Dajnak, D., Fecht, D., 2015. Development of an open-source road trafﬁc noise
model for exposure assessment. Environ. Model. Software. http://dx.doi.org/
10.1016/j.envsoft.2014.12.022. Available online 8 January 2015.
Halonen, J.I., Vahtera, J., Oksanen, T., Pentti, J., Virtanen, M., Jokela, M., Diez-
Roux, A.V., Kivimaki, M., 2013. Socioeconomic characteristics of residential
areas and risk of death: is variation in spatial units for analysis a source of
heterogeneity in observed associations? BMJ Open 3 (4), e002474.
Halonen, J.I., Hansell, A.L., Gulliver, J., Morley, D., Blangiardo, M., Fecht, D.,
Toledano, M.B., Beevers, S.D., Anderson, H.R., Kelly, J., Tonne, C., 2015 Jun 23.
Road trafﬁc noise is associated with cardiovascular morbidity and mortality and
all-cause mortality in London. Eur. Heart J. pii ehv216.
Hansell, A.L., Blangiardo, M., Fortunato, L., Floud, S., de Hoogh, K., Fecht, D.,
Ghosh, R.E., Laszlo, H.E., Pearson, C., Beale, L., Beevers, S., Gulliver, J., Best, N.,
Richardson, S., Elliott, P., 2013. Aircraft noise and cardiovascular disease near
Heathrow airport in London: small area study. BMJ 347, f5432.
HEI, 2010. Trafﬁc-related Air Pollution: a Critical Review of the Literature on
Emissions, Exposure, and Health Effects. Special Report. Health Effects Institute,
Boston.
Jerrett, M., Burnett, R.T., Beckerman, B.S., Turner, M.C., Krewski, D., Thurston, G.,
Martin, R.V., Van Donkelaar, A., Hughes, E., Shi, Y., Gapstur, S.M., Thun, M.J.,
Pope III, C.A., 2013. Spatial analysis of air pollution and mortality in California.
Am. J. Respir. Crit. Care Med. 188, 593e599.
King's College London, 2014. Trafﬁc Project.
Krewski, D., Burnett, R., Jerrett, M., Pope, C.A., Rainham, D., Calle, E., Thurston, G.,
Thun, M., 2005. Mortality and long-term exposure to ambient air pollution:
ongoing analyses based on the American Cancer Society cohort. J. Toxicol. En-
viron. Health A 68, 1093e1109.
Krewski, D., Jerrett, M., Burnett, R.T., Ma, R., Hughes, E., Shi, Y., Turner, M.C.,
Pope 3rd, C.A., Thurston, G., Calle, E.E., Thun, M.J., Beckerman, B., DeLuca, P.,
Finkelstein, N., Ito, K., Moore, D.K., Newbold, K.B., Ramsay, T., Ross, Z., Shin, H.,
Tempalski, B., 2009. Extended follow-up and spatial analysis of the American
Cancer Society study linking particulate air pollution and mortality. Res. Rep.
Health Eff. Inst. 5e114, 115e136 discussion.
Kunzli, N., 2014. Effects of near-road and regional air pollution: the challenge of
separation. Thorax 69, 503e504. http://dx.doi.org/10.1136/thoraxjnl-2013-
204991. Epub 202014 Jan 204993.
London Councils, 2014. List of Inner/outer London Boroughs.
Maheswaran, R., Haining, R.P., Brindley, P., Law, J., Pearson, T., Fryers, P.R., Wise, S.,
Campbell, M.J., 2005. Outdoor air pollution, mortality, and hospital admissions
from coronary heart disease in Shefﬁeld, UK: a small-area level ecological study.
Eur. Heart J. 26, 2543e2549.
Martino, S., Rue, H., 2010. Implementing Approximate Bayesian Inference Using
Integrated Nested Laplace Approximation: a Manual for the Inla Program.
Meijer, M., Rohl, J., Bloomﬁeld, K., Grittner, U., 2012. Do neighborhoods affect in-
dividual mortality? A systematic review and meta-analysis of multilevel
studies. Soc. Sci. Med. 74, 1204e1212.
Morgan, O., Baker, A., 2006. Measuring deprivation in England and Wales using
2001 Carstairs scores. Health Stat. Q. 31, 28e33.
Morgenstern, H., 1995. Ecologic studies in epidemiology: concepts, principles, and
methods. Annu. Rev. Public Health 16, 61e81.
Ofﬁce for National Statistics, 2012. 2011 Census, Second Address Estimates for Local
Authorities in England and Wales.
Ofﬁce for National Statistics, 2013. 2011 Census: QS119EW Households by Depri-
vation Dimensions, Local Authorities in England and Wales.
Ofﬁce for National Statistics, 2014. Super Output Areas (SOAs).
Pujades-Rodriguez, M., Timmis, A., Stogiannis, D., Rapsomaniki, E., Denaxas, S.,
J.I. Halonen et al. / Environmental Pollution 208 (2016) 25e32 31
Shah, A., Feder, G., Kivimaki, M., Hemingway, H., 2014. Socioeconomic depri-
vation and the incidence of 12 cardiovascular diseases in 1.9 million women and
men: implications for risk prediction and prevention. PLoS One 9, e104671.
R Core Team, 2014. R: a Language and Environment for Statistical Computing. R
Foundation for Statistical Computing, Vienna, Austria.
Rue, H., Martino, S., Chopin, N., 2009. Approximate Bayesian inference for latent
Gaussian models by using integrated nested Laplace approximations. J. R. Stat.
Soc. Ser. B 71, 319e392.
Sacks, J.D., Stanek, L.W., Luben, T.J., Johns, D.O., Buckley, B.J., Brown, J.S., Ross, M.,
2011. Particulate matter-induced health effects: who is susceptible? Environ.
Health Perspect. 119, 446e454.
Tetreault, L.F., Perron, S., Smargiassi, A., 2013. Cardiovascular health, trafﬁc-related
air pollution and noise: are associations mutually confounded? A systematic
review. Int. J. Public Health 58, 649e666.
WHO., 2013. Review of Evidence on Health Aspects of Air Pollution e REVIHAAP
Project: Final Technical Report Bonn. WHO/Europe.
Williams, M.L., Atkinson, R.W., Anderson, H.R., Kelly, F.J., 2014. Associations between
daily mortality in London and combined oxidant capacity, ozone and nitrogen
dioxide. Air Qual. Atmos. Health 7, 407e414.
Yap, C., Beverland, I.J., Heal, M.R., Cohen, G.R., Robertson, C., Henderson, D.E.,
Ferguson, N.S., Hart, C.L., Morris, G., Agius, R.M., 2012. Association between
long-term exposure to air pollution and speciﬁc causes of mortality in Scotland.
Occup. Environ. Med. 69, 916e924.
J.I. Halonen et al. / Environmental Pollution 208 (2016) 25e3232
